A case is described of severe hypothyroidism presenting with joint pains, severe polymyositis and chondrocalcinosis. While both polymyositis and chondrocalcinosis have been described as complications of hypothyroidism, this is the first report of their simultaneous occurrence in a case ofmyxoedema. The case is also unusual in that the polymyositis, which was substantiated by biopsy, responded to treatment of the myxoedema.
Case report
A woman, aged 59, was seen in February 1979 with a history of intermittent joint pains for about three years; on occasions her knees had been hot, swollen and tender. For about four years she had become increasingly lethargic and intolerant to cold; her voice had become hoarse. her speech slurred and she had noted that her hair was dry. She had gained an appreciable amount of weight and developed puffiness of face, hands and feet. For about ten months she had noted considerable difficulty in walking upstairs and in holding up her head, together with aching in the neck and upper arms. She had had no serious illness in the past and there was no family history of thyroid disease or any other inherited disorders. She was a widow who lived on her own.
She was slow and severely hypothyroid. Her face was puffy and pale with malar flush; there was vitiligo of the limbs with puffiness of hands and feet and the skin around the ankle was thickened and rough. The scalp hair was coarse and axillary hair absent. The thyroid gland was not palpable. Pulse rate was 60, regular, and blood pressure 110/70. The heart sounds were faint. Generalized weakness was noted, most marked in the proximal muscles. The tendon reflexes were sluggish and showed a slow relaxation. All the peripheral joints were normal except the knees, which contained small effusions. 350 units/l (normal range 0-50). Chest X-ray showed an enlarged heart, diameter 19 em, configuration consistent with pericardial effusion; electrocardiogram -low voltage QRS complexes in the limb leads and flat T waves; echocardiogram -massive pericardial effusion. Xrays of hands, wrists, elbows, shoulders and knees showed extensive chondrocalcinosis. Treatment was started with L-thyroxine 0.05 mg daily. After three weeks there was some gradual improvement; although the CPK was lower at 54 units/l, the proximal muscle weakness was clinically unchanged. The general improvement with disappearance of pericardial effusion continued as the thyroxine dosage was increased.
In August 1979 she was readmitted. Her myxoedema had responded well to t-thyroxine 0.15 mg daily but the proximal muscle weakness was virtually unchanged. The Hb was 11.7 g/dl, ESR 76 mm/hour ; serum T 4 95 nmol/l, TSH 2.7 mu/l and the CPK 23 units/I. Electromyography (EMG) showed results compatible with a nonspecific myopathy. Muscle biopsy from the right deltoid showed foci of vacuolar degeneration and necrosis; the necrotic muscle fibres were surrounded by collections of lymphocytes and some nuclei were centrally placed; these features were considered characteristic of polymyositis. A skin biopsy showed features oflymphoedema with chronic inflammatory infiltrate.
The dose of L-thyroxine was increased to 0.2 mg daily and further improvement occurred but she had a recrudescence of joint pains involving wrists, elbows and knees which responded well to indomethacin. By October 1979 there was some improvement in the proximal muscle weakness and this has since continued.
Discussion
The patient described here presented with florid myxoedema complicated by severe proximal muscle weakness, pericardial effusion and joint pains due to extensive chondrocalcinosis. The serum CPK was raised but returned to normal rapidly long before she was euthyroid and she became euthyroid long before the proximal muscle weakness had improved. The EMG showed changes of myopathy and the muscle biopsy showed lymphocytic infiltration with foci of degeneration and necrosis. She had an acute exacerbation of joint pains with swelling during treatment with t-thyroxine.
The first recorded case of polymyositis was described by Wagner in 1863 and the first report of muscle weakness in hypothyroidism was that of Ord in 1880. Subsequently there have been other reports (Astrom et al. 1961 , Norris & Panner 1966 , Fessel 1968 . It is quite likely that a few of the previous cases had a polymyositis, but due to a lack of clinical, histological or electromyographic features they were termed myopathy and, more recently, polymyositis-like syndrome (Hochberg et a/.1976). Polymyositis is a specific form of myopathy characterized by proximal muscle weakness with muscle pain or tenderness or wasting; the muscle biopsy shows foci of degeneration and necrosis with extensive inflammatory infiltrates; the muscle enzymes (CPK and aldolase) are raised and the EMG shows nonspecific features of myopathy. In hypothyroidism, however, raised muscle enzymes have been reported in the absence of myopathy (Graig & Ross 1963 , Griffiths 1963 , Fleisher et al. 1965 . The cause of the raised enzymes is obscure, but an inverse relation to the thyroid status has been demonstrated and also a rapid return to normal in patients receiving thyroxine supplements before they are clinically euthyroid (Fleisher et al. 1965) ; we have subsequently confirmed this in other patients.
An association of chondrocalcinosis with hypothyroidism was first described by Dorwart & Schumacher (1975) and subsequently by May et al. (1977) and Sany et al. (1977) . Most of these patients, like ours, were grossly myxoedematous and some had acute attacks of joint pains when they were taking thyroxine replacement therapy. It is therefore necessary to consider chondro-calcinosis as a cause of joint pains in hypothyroidism.
In adults, polymyositis may arise as a complication of either collagen disorder or malignancy. It is essential to exclude an underlying cause in all patients with polymyositis. An index of suspicion of hypothyroidism in these patients may lead to the diagnosis of a treatable cause with an excellent prognosis.
